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In previous studies (1 ), we demonstrated that the myelin butanol extracts from rat brain stems (i.e., myelin proteolipids) had a specific binding capacity for tryptamine. The apparent Kd for 14C-tryptamine binding to these extracts was found to be 1.14X10-' M, and only tryptamine and 5-methoxy tryptamine inhibited the tryptamine binding, but indole analogues and other neuro transmitters had no effect. However, the physiological relevancy of these binding components was obscure. The Quaking mouse is an autosomal recessive neurological mutant with a characteristic body tremor and a deficit in the formation of central nervous system myelin (2) . As a first step in the investigation of the physiological im portance of myelin proteolipids, several kinds of myelin butanol extracts were prepared from Quaking mice, and 14C-tryptamine binding properties of these extracts were examined.
The mutants and littermate controls of strain B6C3HF,-QK originated from the Jackson Laboratory. We used 12 and 26 day-old control mice in this study. The Quaking mutants were 26 days of age. The brains, except the cerebellum, were removed, washed, weighed and stored at -80°C until use. The myelin fragments-rich fraction was isolated from frozen brain by the method of Matthieu et al. (3) , but the light and heavy myelin fraction was combined because of the lower yield of the former. The details for preparation of the myelin butanol extracts were as reported previously (4). Briefly, the resultant myelin pellet was resuspended in 50% sucrose (0.1 g pellet/3 ml) and extracted with 10 vol. of water-saturated butanol. Several myelin butanol extracts were treated with water (14%, v/v), and aliquots of each sample (0.3 ml) were incubated at room temperature for 20 min with t4C-tryptamine. After incubation, the mixtures were loaded onto a Sephadex LH20 column (0.6 X 19 cm), and stepwise elution was carried out with the following solvents: 10 ml each of chloroform and chloroform-methanol (CM) 10:1 and then 16 ml of CM 9:1. After chromatography, the radioactivity of each of the collected fractions was counted in a liquid scintillation counter. In this elution system, a minute amount of the free ligand (approx. 5%) appeared in the binding peak. Thus, the amount of bound tryptamine was calculated by substracting the free portion from the total binding. Lipid analysis was performed as described previously (5) .
The yields of myelin recovered from littermate controls, pups and mutants were 54.8±2.4, 9.5±0.6 and 9.4±0.7 mg/g brain (6, 7). We examined the 14C-tryptamine binding capacities of the butanol extracts obtained from these three myelin fractions. In previous studies (8), we found that the tryptamine binding components present in the myelin butanol extracts of rat brains are lipid in nature, and its binding entity is mainly phosphatidylserine (PS). Thus, to obtain the corresponding PS content of each fraction, each sample was concentrated as follows: controls-myelin extracts, 1/6, pups-myelin extracts, 1/12, and mutants-myelin extracts, 1/8 of its original volume.
The results indicated that these three myelin extracts displayed similarities with respect to their tryptamine binding capacities (see Table 1 ).
To investigate tide conformational aspects of the tryptamine binding components of myelin proteolipids, competition experiments were performed.
As shown in Fig. 1 of tryptamine binding affinity occurred in hypomyelination (9), i.e., pups and dys myelination (3), i.e., Quaking mutants.
